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Background - One of major limitations of percutaneous transluminal coronary angioplasty
(PTCA) is restenosis. The reliable factors predicting restenosis after successful PTCA might
be important in the prevention and treatment of coronary restenosis after PTCA.

Methods - To see whether any of the clinical, angiographic, or procedural factors is likely
to associate with the restenosis those characteristics of 94 patients, who underwent follow-up
coronary angiography due to recurrent ischemic symptoms and positive stress tests among
529 patients received PTCA between Jul 90 and Sep 93 at the Chonnam University Hospital
were analysed.

Results -

1) Follow-up coronary angiogram demonstrated restenosis in 67 patients(group A, 55.1% 103
year, 58 male, 9 female) and no restenosis in 27 patients(group B, 554 10.3 year, 24 male,
3 female) demonstrating restenosis rate of 60.6% in this clinically suspicious group.

2) Age, sex. class and duration of angina, and clinical diagnosis were not different from
each other between two groups. But the time interval from PTCA to follow-up angiogram
was shorter in group A(5.3% 52 months) than.in group B(9.1£ 5.6 months) and hypertension
was more prevalent in group A(833%) than in group B(16.7%).

3) Angiographic findings such as AHA lesion types, lesion sites, TIMI flow, angulation,
lesion length, branching lesion, dissection and residual stenosis were similar in two groups.
But all of the eleven lesions with coronary artery calcification were found to develope restenosis.

4) As procedural factors, total balloon inflation time, the numbers of repeated inflations
and maximal inflation pressure were not significantly different between two groups.

Conclusion : Above results show that any single or combined clinical and angiographic findi-
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ngs except symptoms or signs suggesting myocardial ischemia, hypertension and coronary calci-
fication could not predict the development of coronary restenosis, ie. the patients with shorter
duration from PTCA to the clinical evidence suggestive of myocardial ischemia, hypertension

and coronary calcification demonstrated by cineangiography were more likely to develope subse-

quent restenosis.
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Table 1. Clinical characteristics of the patients
Clinical features Group A(n=67) Group B(n=27) Difference
Age(years) 551 + 10.3 554 *+ 103 NS
Male/Female 58/9 24/3 NS
Time interval after PTCA(months) 53 £ 52 9.1 £ 56 p< 0.01
CCS dass

=2 41 (61%) 17 (63%) NS

=3 26 (39%) 10 (87%)
Duration of angina

< 3 months 47 (70%) 14 (52%)

= 3% months 20 (30%) 13 (48%) NS

PTCA ! Percutaneous transluminal coronary angioplasty

CCS © Canadian Cardiovascular Society

Table 2. Rate of restenosis according to clinical dia

gnosis and associated risk factors

Clinical diagnosis N Restenosis (group A) No restenosis (group B)
Acute myocardial infarction 35 23 (65.7%) 12 (84.3%)

Old myocardial infarction 17 12 (70.6%) 5 (29.4%)
Unstable angina 35 28 (80.0%) 7 (20.0%)
Stable angina 7 4 (57.1%) 3 (42.9%)

Risk factors N

Hperension 36 30 (83.3%)* 6 (16.7%)
Diabetes mellitus 25 17 (68.0%) 8 (82.0%)
Smoking 60 44 (73.3%) 16 (26.7%)
Hperlipidemia 34 22 (64.7%) 12 (35.3%)

*p<0.05

Table 3. The restenosis rates according to the target vessel of PTCA

Vessel N Restenosis (group A)  No restenosis (group B)
Left anterior descending arterv 46 33 (71.7%) 13 (28.3%)
Left circumflex arterv 19 14 (73.7%) 5(26.3%)
Right coronary artery 29 20 (69.0%) 9 (81.0%)
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Table 4. Rates of restenosis according to angiogra- 2 AP ZEZ FA 7} gld o} 90% o] 3] $-HF

phic_morphologic types PR NE AYFEO Rtk
Morphologic type N Restenosis
Type A 18 12 ( 66.7%) ! o}
B, 68 49 ( 72.1%)
By 1 1 (100 %)

&1 A} i i 512 X 3
. s s ) PTCAZL 940 =95lo] 359 288 AR5

Total 91 67 (71.3%) A& o], steerable guide wire® ¢, Al & A9

BE F3, A2 FA=AY NER PTCAY 43

Table 5. Angiographic predictors of restenosis

Findings N Restenosis (group A) No Restenosis (group B) Difference
Lesion length
= 10mm 72 52 (72.2%) 20 (27.8%)
NS
< 10mm 22 15 ( 68.2%) 7 (31.8%)
Calcification
+ 11 11 (100 %) 0(0 %)
(100 % p<0.05
- 83 56 ( 67.5%) 27 (32.5%)
Angulation
> 45 4 4 (100 %) 0(0 %) NS
< 45 90 63 ( 70.0%) 27 (30.0%)
Dissection
+ 12 8 ( 66.7%) 4 (833%)
NS
- 82 59 ( 72.0%) 23 (28.0%)
Bifurcation site
+ 7 6 ( 85.7%) 1 (143%)
NS
- 87 61 ( 701%) 26 (29.9%)
TIMI flow
<1 17 14 ( 82.4%) 3 (17.6%) NS
> 9 77 53 ( 68.8%) 24 (31.2%)
Residual stenosis
> 30% 68 48 ( 70.6%) 20 (29.4%)
NS
< 30% 26 19 ( 73.1%) 7 (26.9%)
LVEF
< 40% 8 6 ( 75.0%) 2 (25.0%)
NS
> 40% 86 61 ( 709%) 25 (29.1%)

*TIMI © thrombolysis in myocardial infarcdon
LVEF : left ventricular ejection fraction

Table 6. Procedural factors such as total inflation time, maximal inflation pressure and numbers of repeated

inflations
Procedural factors Group A Group B Difference
Total infladon time(sec) 221.2 + 166.3 218.4 = 1050 NS
Maximal inflation pressure(atm) 89 £ 21 9.5 £ 22 NS
Numbers of inflatons 38 £ 23 35 * 16 NS

*sec : second, atm : aumosphere
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